INTRODUCTION
Pityriasis rosea is a short-lived rash that commences initially as a large so-called 'herald' patch followed by a rapidly evolving eruption on the trunk and extremities. Characteristic pattern of lesions follow the lines of cleavage in a 'christmas tree' distribution. PR is most frequently seen between first and third decade but a range of 3 month to 83 years were reported. The incidence doesn't change according to sex (1, 2) . Clinical types of PR are papular PR, vesicular PR, pustular PR, inverse PR, cephalic PR, PR gigantea, PR urticata, and purpuric PR (1) . The typical presentation of PR is easily recognized. The condition was first reported by Gibert in 1860. Hartman first described a patient with purpuric PR in 1994 (1, 2) .
Up to now, there have been only 11 case reports related to purpuric PR in the literature (1, 2) . Therefore, we aimed to present such an interesting and rare variant of PR.
CASE
A 16-year-old young female presented with a 1-week history of an asyptomatic widespread eruptions observed on the trunk. In physical examination, multiple purpuric macules and papules in different size was seen especially more commonly in trunk, on upper parts of Pityriasis rosea (PR) is a common self-limited exanthem of unknown cause. The typical presentation of PR is easily recognized. Since purpuric PR is a very rarely seen variant, its diagnosis is sometimes difficult. In our 16-year-old female patient, maculopapular eruptions were healed spontaneously after one month. Erythrocyte extravasation in the dermis was observed in the histopathologic examination. both arms and on neck. The lesions on trunk were especially on upper parts of trunk and the lesions appearance was like 'christmas tree' (Figure 1 ). There was no sign of a herald patch, and mucosal examination was normal. White blood cell count, erythrocyte sedimentation rate, prothrombin time, partial thromboplastin time, biochemical and urinary analyses were all within normal limits. Antinuclear antibody, rapid plasma reagin, Rickettsial profile, and streptococcal antibody titers were unremarkable.
PURPURIC PITYRIASIS ROSEA
A biopsy specimen from a lesion of the trunk showed superficial perivascular lymphohistiocytic infiltrate and erythrocyte extravasation, dermal edema, spongiosis ( Figure 2 ). Direct immunofluorescence testing of the skin was negative.
From these clinical and histopathological findings, the dignosis of PR was made. The patient was followed-up without treatment. The patient was advised to minimize bathing and sweating. After one month, the eruptions disappeared and no recurrence was observed.
DISCUSSION
Although the etiology is unknown, some infections, drug reactions (captopril, penicillamine, isotretionin, omeprazole), psychogenic disturbances and autoimmunity are suggested causes. Increased serum IgM and decreased serum C3 levels in PR patients suggest that the tissue injury is immunologic in origin and may depend on production of antibodies capable of reacting with virus or viral-coded antigens (2,3) .It has been claimed that a significant number of patients of PR had experienced recent upper respiratory tract infection (4) . There was no sign of recent upper respiratory tract infection or prodromal symptoms in our patient. Medication history was absent.
The histopathologic features of purpuric PR are extravasation of erythrocytes into the papillary dermis without evidence of vasculutis. Other features of typical PR such as focal parakeratosis, spongiosis and a superficial lymphocytic perivascular infiltrate may be present (1, 2) .
The differential diagnosis includes hematologic disease, vasculitis and a pigmented purpuric dermatosis (1) .
In purpuric PR, the lesions are in 'christmas tree' appearance and are mostly located on the trunk. In hypersensitivity vasculutis, the lesions are in palpable purpural character and mostly involve extensor surfaces of the lower extremities. In pigmented purpuric dermatosis, the lesions are seen on the extensor surfaces of the lower extremities and are in an irregularly red-brown manner (5) . Additionally, this condition is easily differentiated from hypersensitivity vasculutis due to the absence of perivascular neutrophil infiltration, nuclear dust and fibrin accumulation in histopathologic examination (1, 2) . 
